the admission examinations. However, the aldosterone level and renin activity in the orthostatic position were significantly higher than that in the decumbent position [ Table 1 ], suggesting that the overactivation of the circulating reninangiotensin system during a postural change may be a potential cause of significant elevation of orthostatic blood pressure. In view of the above analysis, we prescribed allisartan isoproxil (240 mg/day), an angiotensin II receptor blocker, as an antihypertensive therapy. After taking the medicine for 3 weeks, the patient's office and home blood pressures returned to normal. Figure 1 shows the results of office right/left arm systolic/diastolic blood pressure in decumbent and standing positions before and after 3 weeks of antihypertensive therapy. The mean difference of office systolic blood pressure of both arms between decumbent and standing positions decreased from 21.5 mmHg before taking medicine to 16 mmHg after taking medicine. The mean difference of office diastolic blood pressure of both arms between decumbent and standing positions decreased from 18.5 mmHg before taking medicine to 11 mmHg after taking medicine. Figure 2 shows the results of home right/left arm systolic/diastolic blood pressure in decumbent and standing positions before and after 3 weeks of antihypertensive therapy. The mean difference of home systolic blood pressure of both arms between decumbent and standing positions decreased from 27.5 mmHg before taking medicine to 6.5 mmHg after taking medicine. The mean difference of home diastolic blood pressure of both arms between decumbent and standing positions decreased from 30.5 mmHg before taking medicine to 9 mmHg after taking medicine. Figure 3 shows the office and home heart rates in decumbent and standing positions before and after antihypertensive therapy. The office standing heart rate increased from 8 times/min before taking medicine to 18 times/min after taking medicine [ Figure 3a ]. The home standing heart rate increased from 8 times/min before taking medicine to 15 times/min after taking medicine [ Figure 3b ].
discussioN
The patient was middle aged and hypertensive whose blood pressure was generally normal in decumbent position and significantly elevated in standing position. The patient had a short history of hypertension and a slight increase in blood pressure; no serious target organ damage and no secondary hypertension factors were found. OHT has no internationally accepted definition and is a clinical pathological phenomenon with high prevalence, but is not taken seriously. At present, most researchers define OHT as an increase in systolic blood pressure (>20 mmHg) after the patient is transposed from the supine position to the orthostatic position, regardless of the change in diastolic blood pressure. [1] Some scholars, such as Streeten et al., [2] define OHT as the change of diastolic blood pressure from the decumbent position <90 mmHg to standing position >90 mmHg. According to different definitions, the overall prevalence rate is about 8.6%-20%. [3] [4] [5] OHT is often found unexpectedly in physical examinations because of its general absence of obvious clinical manifestations.
OHT is closely related to stroke, deep white matter damage, cardiovascular damage, kidney damage, and diabetes mellitus, and most scholars consider OHT to be "prehypertension." [5] [6] [7] [8] [9] Yatsuya et al. [7] concluded after nearly 20 years of research on 12,000 people that the increase of postural systolic blood pressure and the incidence of lacunar stroke showed a J-shaped curve. With increased postural blood pressure, the incidence of lacunar infarction also increased gradually. Matsubayashi et al. [8] found that the cognitive ability and daily living ability were significantly reduced in elderly patients over 75 years old with OHT, and the degree of deep white matter damage was much higher than that of the elderly without OHT. After a long period of investigation, Japanese researchers [10] found that the increased rate of carotid intima-media thickness in OHT patients was higher than that in normal hypertensive patients. Through a study of more than 600 hypertensive patients, Hoshide et al. [9] found that OHT patients with urinary albumin/creatinine ratio significantly higher than ordinary hypertensive patients, suggesting that OHT and kidney damage exist close relationship. A recent study [6] found that the prevalence of OHT in newly diagnosed type 2 diabetes with hypertension was 20.4%. The study concluded that OHT is closely related to diabetes.
The pathogenesis of OHT has not yet been fully elucidated, and most scholars believe that it is associated with excessive excitation or activation of the sympathetic and/or renin-angiotensin-aldosterone system (RAAS). In patients with OHT, when the posture changes from position to position, the sympathetic nerve is overexcited by the stimulation of blood pressure fluctuations, resulting in excessive contraction of blood vessels, which makes the patient's standing blood pressure significantly higher than the supine blood pressure. [1] Streeten et al. [2] believed that there are veins and venous sinuses below the human heart plane. These veins and sinuses are called "gravity vascular pools," in which a large amount of blood is stored. When the OHT patient is in the standing position, the blood in the vascular pool is more stagnate, which reduces the amount of blood returning to the heart, and the cardiac output decreases, which leads to excessive sympathetic excitation, small arterial contraction, and high blood pressure. Some scholars [11] have found that renal ptosis is closely related to OHT. When a patient with renal ptosis is standing, it can cause stretching and torsion of the renal artery, resulting in a significant decrease in renal blood flow and activation of RAAS, resulting in elevated blood pressure.
Because the mechanism of OHT is not clear, there is no "specific drug" for its treatment at present. Studies have found that the administration of α1-blocker (doxazosin) before bedtime can reduce the systolic pressure of the standing position, but has no effect on the systolic pressure of the sitting position. [12] It has also been reported that a novel calcium channel blocker (azadipine) and an alpha-2 receptor agonist (clonidine) are effective in the treatment of OHT. [13] In this patient, the renin activity was significantly higher than that in the supine position [ Table 1 ], suggesting that postural changes activate RAAS, and after 3 weeks of treatment with angiotensin II blocker (allisartan isoproxil), the patient's standing blood pressure decreased significantly [ Figures 1 and 2] . We also observed the changes in the patient's heart rate before and after treatment to evaluate the sympathetic system activation. It was found that the patient's standing heart rate increased more obviously after treatment, but the elevated blood pressure was effectively controlled. The observation showed that the excessive activation of RAAS might be the main mechanism under this OHT case.
The diagnosis and treatment of this patient suggested that the test of renin activity/aldosterone in both decumbent position and standing position can provide useful information for the treatment of OHT patients. An RAAS blocker is effective for controlling blood pressure in OHT patients with significantly increased renin activity in the standing position.
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